000 cases of cirrhosis will emerge in the United States. By contrast, if 10% of the patients with schistosomiasis develop HSS, then we are faced with 20,000,000 patients worldwide.
The primary clinical manifestation of HSS is hemorrhage from varices, which is also the most formidable complication of cirrhosis. Actually, however, the clinical behavior of bleeding varices in HSS is much more like hemorrhage following portal vein thrombosis than it is that of cirrhosis. In HSS, as in portal vein thrombosis, and unlike cirrhosis, the total hepatic blood flow is maintained at normal levels by a compensatory increase in hepatic arterial blood flow. Thus, the liver remains functionally normal. Hepatic parenchymal decompensation does not precede nor follow variceal hemorrhage. Clotting function is normal, and bleeding tends to stop spontaneously or easily with therapy. The liver retains the capacity to extract large loads of ammonia and other nitrogenous breakdown products of blood and, consequently, portalsystemic encephalopathy does not follow each episode of bleeding. Despite extensive portalsystemic collateral circulation, patients maintain normal ammonia tolerance (1 (6, 7) .
These findings imply that either the HBV finds the schistosomotic patient a hospitable host and can thus induce CAH or that the presence of HBV tends to aggravate or accelerate the schistosomal lesion, or both. In the mouse the severity of HSS is directly related to the degree of infestation, i.e., to the number of cercariae introduced. It is also felt that the HBV can induce CAH by itself, but it is not known whether or what other factors are necessary. Similarly, chronic active liver disease can be induced by drugs such as oxyphenisatin (8) , isoniazid (9) , and a-methyldopa (10) . There is reason to believe alcohol, too, may induce chronic active liver disease that persists long after alcohol abuse has ended (1 1). Alcoholic hepatitis may well induce or be the consequence of an immunologic reaction to alcohol hyalin, an altered hepatic parenchymal tissue (12) . Evidence of anergy to skin tests, an acquired immunologic abnormality of delayed hypersensitivity, has been observed (13) . Each of these disorders has overtones of immunologic disturbance. Is an underlying constitutional predisposition necessary for such disorders to develop? Does the acquired immunopathologic state induced by schistosome ova favor the development of CAH? Certainly, schistosomiasis seems to offer some clues and a means of investigating some of the dark mysteries. The eradication of schistosomiasis poses an enormous problem. On a recent visit to Bahia the magnitude and complexity of the problem was dramatically brought to my attention. Dr. Rebougas had taken my wife and me to a beautiful, blue-black lake surrounded by white sand dunes. There, under clear, sunny skies, was a gorgeous sight. The lake was ringed ty women washing clothes and by colorful clothing spread on the bushes to dry. In the shallow water along the edge children were wading in the water and splashing each other.
My wife commented what a lovely, idyllic scene it was with the women washing together and helping each other to spread their garments on the bushes and the children frolicking in the water. When he pointed out to her that, as we watched, the women and children were getting schistosomiasis, she was horrified and aggressively challenged our host.
"Why aren't there warning signs posted all around the lake?" she demanded. "First, we must teach them to read," he replied sadly. "Then we must teach them to understand."
